Post-traumatic stress disorder (PTSD) is one of the most common psychic injuries in trauma victims, including soldiers after combat. Untreated, the fear, intrusive thoughts, hyperarousal, and emotional numbing it causes can last a lifetime. While progress has been made in understanding the dysregulation of brain circuits in PTSD, developing treatments has nonetheless remained challenging because of lack of insight into the molecular and cellular mechanisms underlying these changes. In a new study in this issue of PLOS Biology, Pawel Licznerski, Ronald Duman, and colleagues begin to reveal those mechanisms, showing that the function of a stress-regulated protein is reduced in the prefrontal cortex in people with PTSD and that reducing function of the protein in rats induces PTSD-like behavior.
